Inhibition of AXL Signaling with AB801 Augments
SHE Anti-Tumor Immune Responses
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Figure 6. Efficacy of AB801 in combination with aPD-1 and oxaliplatin in MC38 tumors. A) Survival curves
showing improved survival of AB801+ OXA+ aPD-1 therapy vs aPD-1 alone (P=0.012, Mantel-Cox test). Treatment
was started when average tumor volume was ~90 mm3 across all groups. B) Change in body weight during
treatment. AB801+ aPD-1 resulted in improved survival compared to aPD-1 monotherapy and was better tolerated

than OXA + aPD-1 as indicated by the lack of weight loss. C) Plots of individual tumor volumes showing number of
complete regressions (CR) per treatment group.
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Figure 2. AXL IHC of human NSCLC biopsies demonstrate AXL expression in cancer cells (top panel). Myeloid cells
such as MDSC’s, monocytes and macrophages (lower panel ») and dendritic cells (lower panel »), as well as some
lymphoid cells (lower panel ») also express AXL.
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AB801 in Combination with aPD-1 and Oxaliplatin
Generates a Pro-Inflammatory Immune Response
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Figure 3. Paclitaxel-resistant HEY-T30 cells were treated with 300 nM or 1 uM AB801 alone or in combination with
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groups. B) Tumor weights at collection showing significantly degreased weight in aPD-1, AB801+ aPD-1 or AB801+
OXA+ aPD-1 treatment groups compared to vehicle (Brown-Forsythe & Welch ANOVA with Dunnett's T3 multiple
comparisons test, *, P<0.05, **, P<0.01). C) Frequency of CD103+ DC1s across all treatments D) Frequency of pl5e
Tetramer+ CD8+ T-cells E) Frequency of mMDSCs. For C-D significance was determined using a Kruskal-Wallis test
with Dunn’s multiple comparisons test, * P<0.05, ** P< 0.001, **** P<(0.0001.
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Figure 4. AB801 in combination with docetaxel decreases EMT and increases expression of ligands that
promote the interaction of immune cells with cancer cells. H460 NSCLC cells were treated with 300 nM or 1 uM
AB801 alone or in combination with 1 nM docetaxel for 72 hours. A) E-cadherin protein levels were gquantified by flow
cytometry. B) ICAM-1 gene expression was quantified by gPCR.
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